Final results of the randomized Phase 2 of CM24 in pancreatic cancer: Improved outcomes and significant efficacy in
poster # 7141 a serum biomarker-enriched subgroup
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BACKGROUND Experimental Control ¢ Statistically Significant efficacy in a biopsy biomarker-enriched subgroup analysis
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Table 1: patients demographics and characteristics. L The selected ranges of the biomarkers may imply that tumors of patients with low levels of CEACAM1 or NETs are less the mechanistic rationale of the CM24/nivolumab combination and highlight
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